, suggesting that this may be reflective of a mechanism for calcium transport in enamel miner- blasts. The distribution of Ca2 , Mg2 -ATPase (also linked with calcium transport) in relation to the cell membranes of ameloblasts has been described in several investigations (Salama et al. , 1987; Takano et al., 1986; Sasaki and Garant, 1986; Crenshaw and 'I#{224}kano, 1982; Inage and Weinstock, 1979) . These observations regarding secretory (Sasaki and Garant, 1986; Crenshaw and Takano, 1982) reduction occurring in those cells more severely altered morphologically. However, the cell membranes of both control and experimental smooth-ended maturation ameloblasts were essentially devoid of Ca-PA. The normal distribution and intensity of Ca2 ,Mg -ATPase was not affected by colchicine.
Because the observed reduction of membraneassociated calcium is apparently not mediated by Ca2 , Mg -ATPase in this case, other aspects of the calcium regulating system ofameloblasts are apparently targeted by colchicine.
(J Histochem
Cytocbem 38:1469-1478, 1990) and maturation (Salama et al., 1987; Takano and Akai, 1987) ameloblasts have led to development of the hypothesis that this enzyme may act as an outwardly directed, membrane-associated calcium pump. Anti-microtubule drugs such as colchicine alter synthesis, secretion, and transport functions of secretory ameloblasts (Bronckens et al., 1988a,b; Matsuo et al., 1986 Matsuo et al., , 1988 Akita and Kagayama, 1985; DeAzevedo et al., 1982; Karim and Warshawsky, 1979 
#{149}
: Bar -1 run. -4 --- Bar -1 rn. et al., 1987; Th.kano et al., 1982a,b; Reith and Boyde, 1981) . In addition, histochemically localized calciumglyoxal bis (2 hydroxyanil Early maturation enamel was selected for this study on the basis of evidence that the great majority of protein loss and mineral uptake (Robinson et al., 1977 (Robinson et al., , 1978 (Robinson et al., , 1981a , as well as of cytochem- , 1985; Kanim and Wanshawsky, 1979) to the distal pole of the secretory ameloblast is considered a factor in disturbance of enamel formation.
It has been demonstrated that secretion of matrix products in these cells is inhibited by colchicine (Bronckers et al., 1988a,b; DeAzevedo et al., 1982; Kudo, 1975) . It has also been shown that secretory granules are labeled with Ca-PA deposits (Eisenmann et al., 1979) and that these labeled organdIes exhibit a calcium peak when analyzed by electron energy-loss spectroscopy (Zaki et al., 1986) . We proposed that this may be evidence of a mechanism for seeding ofenamel matrix to initiate crystal formation, although it is highly unlikely that this constitutes a route for the massive influx of ions 
